This report records two cases of large, unruptured suprasellar aneurysms presenting with unilateral visual field loss and a slowly progressive course compatible with a pituitary tumour. They are presented to call attention to this situation which, if unrecognised, can lead to delayed diagnosis and serious errors in management.
An early recorded case of a large carotid aneurysm simulating a pituitary tumour was reported by Mitchell (1889) . Postmortem examination revealed an aneurysm 22 mm (one inch) in diameter embedded in the sella turcica. This aneurysm had "lifted the chiasm until this parted in the middle line, leaving a nerve on each side... ." Cushing (1912) reported a case with progressive failure of vision and optic atrophy from an hypophyseal adenoma with an interpeduncular aneurysm. He noted that the aneurysm may play the same role as the interpeduncular tumour by its compression effects.
Because both a large intracranial, unruptured aneurysm and an expanding tumour can produce pressure on adjacent structures, it has been suggested that they cannot be distinguished by visual fields (Walsh, 1964) . However, in another report (Bird et al., 1970) On one tomogram there was a suspicion of some mass effect in the region of the lamina terminalis.
Bilateral carotid arteriograms revealed a large 19X22X20 mm suprasellar aneurysm (Fig. 2) originating from the left internal carotid artery at the origin of the ophthalmic artery. There was some elevation of both the A-1 segments of the anterior cerebral arteries. The left A-1 segment of the anterior cerebral artery was hypoplastic.
The following studies were normal: electro- On the same day, after the operation, the patient developed riglht hemiparesis and dysphasia. An arteriogram showed total occlusion of the left internal carotid artery and embolus formation to a branch of the left middle cerebral artery.
Her muscular weakness improved rapidly and speech capacity returned. and bilateral extensor plantar responses were observed. Slight muscular weakness of extremities was noted, greater on the right than on the left side.
Bilateral cerebral angiography revealed a giant 30X30X30 mm suprasellar aneurysm (Fig. 5) of the left internal carotid artery and marked distortion of the left frontal lobe by elevation of the left anterior cerebral artery, the anterior communicating artery, and the right anterior cerebral artery. The cavernous portion of each internal carotid artery was displaced laterally. The aneurysm appeared to originate near the origin of the posterior communicating artery and was both intra-and extracavernous. Non-filling of the left ophthalmic artery was observed. The aneurysm 
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filled on injection of both internal carotid arteries. Radiographs of the optic foramina, sella turcica, and sphenoidal wing were normal.
On 11 January 1973 the patient underwent ligation of both the internal and external carotid arteries on the left side by a gradual occlusion method with a Crutchfield clamp. On 24 January a right brachial angiogram showed cross-filling from the right to the left carotid artery. On 25 January, through a left frontal craniotomy, the distal portion of the left internal carotid artery was ligated, and this in effect trapped the aneurysm. The large aneurysmal cavity was opened. Clot and fibrin material were removed from its lumen, thereby decompressing the optic nerves (Fig. 6) and persistence of the dense nasal field loss (Figs.  3 and 4) .
Discussion
Delayed diagnosis for lesions compressing the chiasm has been attributed to overemphasis of mild macular disturbances, discounting of optic disc pallor, and infrequent measurements or misinterpretations of visual field abnormalities (Pruett and Wepsic, 1973) . Delayed diagnosis, extending over several years, occurred in our two cases, one of whom had chiasmal compression. Subtle differences in the disc pallor, easily overlooked by direct ophthalmoscopy, may be better appreciated with simultaneous comparison of stereoscopic coloured photographs of the two optic discs. These changes can be correlated with serial visual fields. White and Ballantine (1961) , in an excellent review of carotid aneurysms, emphasised the necessity for accurate differential diagnosis in these vascular lesions. With few exceptions the aneurysms were indistinguishable from a chromophobe adenoma or craniopharyngioma, either clinically on the basis of a careful history and physical examination by skull radiographs, or even after arteriography, when the aneurysmal sac was thrombosed in three instances. Berson et al. (1966) reported three of their own cases of large suprasellar aneurysms of the internal carotid artery. Two of these were defined as giant (20-30 mm in size), and one as large (almost 20 mm in size). The most important clinical finding wasthe abnormal visual fields.
The progression of our two cases was similar to a slowly growing pituitary tumour. The first patient demonstrated no temporal field loss in the contralateral eye (Fig. 1) . Arteriography (Fig. 2) revealed an unruptured aneurysm of the ophthalmic artery. This particular type of aneurysm (Walsh and Hoyt, 1969) , located lateral to the L. A.Raymond and J. Tew optic nerve, begins with an unilateral central scotoma and then progresses to a nasal field loss on the involved side. It is comparatively rare (Bull, 1962; Hoyt, 1964; Rubenstein et al., 1968; Sengupta et al., 1976) .
Our second patient also demonstrated slow, gradual deterioration in vision. Temporal field loss in the worst eye was noted six years before the bitemporal field loss. Hoyt (1964) , in his excellent treatise on the chiasm, describes its blood supply. He notes that "the anastomoses of superficial and intrinsic chiasmal arterioles is so diffuse that obliteration of single feeder vessels will not cause infarction in the chiasm". Areas of the chiasm that survive compression from extrinsic tumour pressure do so because they have not been subjected to stress sufficient to collapse their capillary network. He, like others (Jefferson, 1937 (Jefferson, , 1955 Traquair, 1928) , cannot relate the resulting field defect from chiasmal damage by extrinsic tumour pressure to the retinotopic fibre relations of the undistorted chiasm.
Angiography is almost always diagnostic prov ded the aneurysmal sac is not totally thrombosed. Occasionally the size of the aneurysm is misleading because laminations of clot within the aneurysm may greatly reduce the visible lumen on angiography (Lombardi et al., 1963) .
Ligation of the internal carotid artery in the neck is the recommended treatment of unruptured aneurysm, provided the patient's cerebrovascular system is capable of supplying the necessary crossflow from the contralateral carotid artery (Jefferson, 1937; White and Ballantine, 1961 
